The essential features of the microscopical examination are conveniently discussed under the headings of the nerve cells, the neuroglia, and the myelin.
THE NERVE CELLS.-The changes in the nerve cells in this case conformed generally to those which have been described previously in the infantile form of amaurotic family idiocy. The nerve cells of the frontal, temporal and occipital cortex, and of the basal ganglia, midbrain, pons, medulla and sDinal cord, all presented the rounded, ballooned appearance characteristic of this disease. The cell bodies were swollen and distended by lipoid deposits, the nature of which will be considered later. In the The cerebellum was not greatly atrophied, nor was there much shrinkage of the foliae, although they had a more rounded contour and felt firmer than normal.
ARCHIVES OF DISEASE IN CHILDHOOD
Histologically the changes here were diffuse rather than intense. The Purkinje cells were not noticeably decreased in number and were surrounded by normal basket fibres. Their cell bodies were considerably swollen with lipoid, and lipoid swellings were seen on their dendrites, usually at the points of branching (Fig. 3) . The granule cell layer was considerably atrophied. At least half the granule cells had disappeared, and between those that remained were seen numerous small globular cells filled with yellowish clear pigment, similar to those found in the frontal cortex. There was also, external to the thinned zone of granules and in line with the Purkinje cells, a fairly compact layer, one or two cells thick, of clear, oval nuclei which appeared to give origin to firm neuroglial fibres (Fig. 4) . Similar nuclei were seen among the granules and FIGT. 3 in the white centre of the foliae. No lipoid could be seen round any of these neuroglial nuclei.
Although the contour of the nerve cells throughout the central nervous system was altered by the deposition of lipoid substances within their cytoplasm, the neurofibrils were singularly unaffected. Bielschowsky preparations showed that the neurofibrils were displaced to the perinhery of the body of the affected cell, but that they passed normally into the dendrites and through the swellings.
Histo-chemical investigation of the intracellular liDoid deposits gave the following results -with Scharlach R, the lipoid gave a bright pink coloratiorn NEUTROGLIA.-The sub-pial neuroglia in the cerebral cortex ha(l greatly proliferated, producing a dense gliosis of the superficial layers of the cortex. This was especially well seen in the occipital region, where there was a thick down-growth of neuroglia into the third layer of the cortex. leri-ventricular gliosis was also striking, especially in the fourth ventricle. Other regions of the brain showed a remarkable gliosis; in the cerebellum there was considerable gliosis of the molecular layer, especially just under the surface, where a thick feltwork of neuroglial fibres was to be seen in preparations stained with Victoria bluie or phosphotungstic acid haematoxylin (Fig. 4) . In the thalamus, which had felt unduly firm macroscopically, a very severe gliosis was found, perhaps more intense in the medial than in the lateral part. The lenticular and caudate nuclei were relatively unaffected, though some proliferation of neuroglia had occurred in them also.
MYELIN.-The fibres in the cerebral cortex were, in general, well myelinated, though in the frontal region some of the more superficial tangential fibres stained poorly. In the internal capsule, the fibres in the anterior two-thirds of the anterior limb of the capsule had undergone almost complete degeneration. In the genu there were many finely myelinated fibres, but in the posterior limb, with the exception of a few finely myelinated fibres in its most anterior part, all the fibres 4 . Intense gliosis was present in the superficial layers of the cerebral cortex and of the cerebellum; also in the optic thalamus and round the ventricles. 5 . There was degeneration of the fronto-pontine and of the pyramidal fibres, and of some fibres of the optic nerve.
6. There was a loss of ganglion cells in the retina.
Discussion. 
